IN NORMAL persons joint mobility varies with age, body-build and race. Joint laxity decreases with age and is often increased in thin individuals, African Negroes, Indians and Pakistanis (Kirk, Ansell & Bywaters, 1967) . Unduly lax joints with a greater range of movement than the accepted normal are termed hypermobile, and this may be temporary or persistent. The former, occurring in the pregnant woman, is due to a uterine hormone causing increased maternal joint laxity (Hisaw, 1926; Wilkinson, 1963) , and which, after passing into the foetal circulation (Chapple & Davidson, 1941 ) also causes foetal and transient neonatal joint laxity because of its inadequate conjugation by an immature foetal liver (Andr6n & Borglin, 1961) . Persistent hypermobility may be congenital or acquired. The acquired type may be compensatory to a contiguous rigid joint, or follow muscle disease, neuropathic joint disease, trauma or inflammatory polyarthritisCongenital hypermobility has been observed in certain mesenchyme dysplasias producing disproportion in bone and ligament growth rates. These include achondroplasia (Sutro, 1947) , osteogenesis imperfecta (Key, 1927 ), Marfan's syndrome, the Ehlers-Danlos syndrome (McKusick, 1966) and the Achard syndrome (Parish, 1960) . It has been noted in the rare metabolic conditions of homocystinuria (Schimke et al., 1965) and hyperlysinaemia (Ghadimi, Binnington & Pecora, 1965) . It is also seen in congenital dislocation of the hip (Lorenz, 1920; Carter & Wilkinson, 1964) and recurrent dislocation of patella and shoulder (Sutro, 1947; Carter & Sweetnam, 1960) .
Hypermobility also occurs in otherwise normal people, often with a familial incidence (Finkelstein, 1916; Key, 1927; Sutro, 1947; (Hass & Hass, 1958) . Carter & Wilkinson (1964) noted laxity of four or more pairs ofjoints in 7 % of a schoolchildren sample and Sutro (1947) found that 4 % of an adult orthopaedic outpatient sample possessed hypermobility of three or more pairs of joints. Isolated hypermobility of certain joints, notably fingers and thumbs, is not uncommon (Sturkie, 1941 
Discussion
The superior tibio-fibular joint is a synovial joint, the cavity of which may communicate posteriorly with the popliteus bursa and thence with the kneejoint. The fibula head, which varies in size, shape and position, carries on its upper surface, an oval or round articular facet facing forwards and upwards, the obliquity of which varies with the position of the head and the degree of convexity of the lateral aspect of the talus. This facet is absent in cases in which the head is so low that it fails to articulate with the reciprocal facet on the postero-lateral aspect of the upper tibial epiphysis (Shanks & Kerley, 1959) . The stability of the joint is dependent on support from the arcuate ligament, short external lateral ligament of the knee-joint, and the fibular collateral ligament together with the interosseous membrane and the interosseous ligaments at the lower end of the fibula. The ilio-tibial tract and biceps tendon are inserted into the head of the fibula, the former through the fibular collateral ligament. Their function is probably to stabilize the fibular component of the leg in weight bearing, and to exert some control on the passive movements of the superior tibio-fibular joint (Helfet, 1963) , the amount of which is related to the variable shape of the talus (Barnett & Napier, 1962) . The upper and medial surfaces of the talus are in contact with the tibia in all positions of the ankle joint, but in order for the lateral malleolus to maintain contact with the lateral facet of the talus, rotary and lateral movements occur at the lower end of the fibula with reciprocal movements at the superior tibio-fibular joint. The lateral facet of the talus is usually concave from above downwards and convex anteroposteriorly. Normally the superior tibio-fibular joint surfaces are nearly horizontal to allow rotation, but if the lateral surface of the talus is plane then the surfaces are nearly vertical to facilitate gliding.
Hypermobile joints may be symptomless. They may be accompanied by muscle pains and are liable to be injured by minor degrees of trauma with the development of synovitis, effusion and degenerative arthritis. The hypermobility syndrome consists of these musculo-skeletal complaints associated with generalized joint hypermobility, the treatment of which is reassurance and the avoidance of traumatic activities (Kirk et al., 1967) . Instability and even osteo-arthritis of the superior tibio-fibular joint do not always incapacitate the patient, and perhaps because of this, the joint has not received sufficient clinical and literary attention (Helfet, 1963) . The head of the fibula has been termed a poor relation of the knee-joint (Harrison & Hindenach, 1959) . Hypermobility of the superior tibio-fibular joint may cause discomfort in the ankle on walking, discomfort and tenderness in the region of the joint from strain of the biceps tendon and may even simulate deep vein thrombosis (Helfet, 1963) . Because of its protected position and strong ligamentous support, dislocation of the joint first described by Ne1aton (1874) is uncommon and is usually post-traumatic (Lyle, 1925; Lord & Coutts, 1944; Pillmore, 1947; Vitt, 1948) . Harrison & Hindenach (1959) thought that dislocation was frequently undiagnosed and, therefore, more common than the literature suggested. These authors emphasized that the joint should always be examined following injury to the ankle or tibia, and it is important to differentiate symptoms of hypermobility and dislocation from those of lateral meniscus damage (Helfet, 1963) . Dislocation may also occur in amputation stumps and in local growth disturbances such as osteo-myelitis. Dennis & Rutledge (1958 ), Harrison & Hindenach (1959 and Owen (1968) have reported dislocation in congenitally lax joints. Key (1927) did not observe a greater susceptibility to dislocation in generalized joint laxity. Closed reduction which is usually easy and satisfactory is effected by strongly inverting the foot, flexing the knee (to relax the biceps) and applying pressure. Open reduction is occasionally required, especially in the less common posterior dislocation when the common peroneal nerve may be damaged, as it was in the case reported by Dennis & Rutledge (1958) .
